Here we present original data related to the research paper entitled "Proteome analysis in dystrophic mdx mouse muscle reveals a drastic alteration of Key Metabolic and Contractile Proteins after chronic exercise and the potential modulation by anti-oxidant compounds" (Gamberi et al., 2018) [1]. The dystrophin-deficient mdx mouse is the most common animal model for Duchenne muscular dystrophy. The mdx mice phenotype of the disorder is milder than in human sufferers and it can be worsened by chronic treadmill exercise. Apocynin and taurine are two antioxidant compounds proved to be beneficial on some pathology related parameters (Schröder and Schoser, 2009) [2]. This article reports the detailed proteomic data on protein abundance alterations, in tibialis anterior muscle of mdx mice, induced by chronic exercise protocol. A selected group of mdx mice was also treated with apocynin and taurine during this protocol. Detailed MS data, comparison between mdx vs wild type, exercised mdx vs wild
type, and complete analysis of spot variation are provided. Furthermore, in wild type mice subjected to the same exercise protocol, the abundance of key proteins, resulted modified in exercised mdx, were analyzed by western blot.
& 2018 The Authors. Published by Elsevier Inc. This is an open access article under the CC BY license (http://creativecommons.org/licenses/by/4.0/).
Specifications Table

Subject area Biology
More specific subject area Mdx mice model for Duchenne muscular dystrophy. Animal model. Male mdx mice divided in: -sedentary mdx (mdx) mice -exercised mdx (mdx exe) mice -mdx exercised mice treated with taurine (mdx exe tau) -mdx exercised mice treated with apocynin (mdx exe apo) -C57/BL wild-type mice exercised (wt exe) and control (wt). Age-matched male wild-type mice (C57BL/10) has been used as referring phenotype. The training protocol consisted of a 30 min running on a horizontal treadmill (Columbus Instruments, USA) at 12 m/min, twice a week for at least 4 weeks. The doses of taurine and apocynin were 1 g/kg (orally) and 38 mg/kg (1.5 mmol/l in drinking water) respectively. Proteomics: 2DE and MS were used in order to identify differences in protein abundance between groups.
Type of data
Data source location
Male mdx mice (C57BL/10ScSn-Dmdmdx/J from Jackson Laboratories) and C57/BL wild-type (wt) mice (from Jackson Laboratories)
Data accessibility
Data is provided by this article
Value of the data
These data report for the first time the effect of chronic exercise protocol on protein abundance in mdx mice.
These data can provide information about muscle damage induced by an inappropriate exercise in dystrophic patients.
These data show the ability of taurine and apocynin to counteract some of exercise-induced protein alterations. Fig. 1 . Histograms represent the abundance of each spot (normalized volume, arbitrary units) in all groups studies, namely mdx, mdx exe, mdx exe apo, mdx exe tau (indicated as mdx þapo and mdxþ tau respectively) and wt, evaluated with Progenesis SameSpot software. All spots show a False Discovery Rate (FDR) r0.05. The significant differences between groups were calculated with GraphPad Prism v6.0 software, using Tukey correction for multiple comparison. Significant differences between groups are indicated by a line.
1. Data
MS data
97 differentially abundant spots were identified through the study published in [1] . Among these, some spots showing low Mascot (PMF) score value or discrepancy between theoretical and calculated MW or pI, were further analyzed performing peptide sequencing by tandem mass spectrometry. MS/ MS analysis was carried out by using an Ultraflex III MALDI-TOF/TOF mass spectrometer (Bruker Daltonics) as described in Materials and Methods, and Table 1 reports detailed MALDI-TOF/TOF data. 12 spots show an experimental Mr different from expected. The sequence coverage of these spots is reported in Table 2 . The muscle protein LIM domain-binding protein 3 (LDB3) was found in three different spots showing a Mr lower than expected. This protein belongs to Z-disc proteins whose alteration was correlated with myofibrillar myopathies [2] . Creatin kinase (Ckm) was found in six spots showing a Mr lower than expected.
1.2. Apocynin and taurine modulate the effect of exercise on mdx mice muscle protein abundance Fig. 1 reports 97 histograms representing the spot abundance, in each group analysed (mdx, mdx exe, mdx exe tau, mdx exe apo) evaluated by gel image analysis with ProgenesisSame Spot. Proteins are divided in categories according to their GO biological process. Protein spot abundance in wt mice was also evaluated as referring phenotype. Fig. 2 summarizes the modulatory effects of taurine and apocynin. Table 3 reports differentially abundant protein spots and relative fold changes, between mdx exe vs wt and mdx vs wt tibialis anterior muscles. In Fig. 3a diagram represents the relationships between these three groups. The protocol used for mdx training consisted of a 30 min running on a horizontal treadmill (Columbus Instruments, USA) at 12 m/min, twice a week for at least 4 weeks. This protocol causes significant weakness in the limb strength as measured by a grip strength meter [3] . The in vivo weakness produced by such a protocol is observed exclusively in mdx mice with no similar effects in wild type mice [4, 5] . In fact, protocols used to induce training effects in wild types mice usually consist of continuous running at 20 m/min for at least 15 min using a treadmill slope of 10°, five days a week, for eight weeks [6] . To exclude training effects in wt animals we checked the amount of selected proteins in wt animals subjected to the same exercise protocol of mdx mice. In particular, we Detailed data on spot differences were reported in table 4 of ref [1] . analysed by western blot the amount of several proteins of glycolysis (all increased in mdx exe mice), oxophos proteins, and PGC-1-alpha and Sirt1 proteins. As shown in Fig. 4 none difference is observed in the expression level of these proteins.
Comparison with wt strain
Experimental design, materials and methods
The methodologies that allowed the data here presented are described in [1] and in cited references. Here, only the protocol for MS/MS data is described.
Trypsin digests of some spots with low Mascot (PMF) score value or with discrepancy between theoretical and calculated MW or pI were further analyzed performing peptide sequencing by tandem mass spectrometry. MS/MS analysis was performed by using an Ultraflex III MALDI-TOF/TOF mass spectrometer (Bruker Daltonics). Two to four PMF peaks showing a high intensity were CID fragmented using Argon as collision gas, and MALDI-TOF/TOF tandem MS was performed in LIFT mode by software controlled data acquisition. Fragmented ions were analyzed using the Flex Analysis software v.3.0. The MS/MS database searching was carried out in the UniProtKB database using the on-line available MASCOT MS/MS ion search software. The following parameters were applied for database a Fold change was calculated dividing the average of %V of mdx or mdx exe by the average of %V of wt (V ¼ volume ¼ integration of the optical density over the spot area; %V ¼ V single spot/V total spots included in the reference gel). Fig. 3 . Diagram representing the distribution of differences in spot abundance between groups: 27 protein spots differ exclusively between mdx exe and wt, 15 protein spots differ exclusively between mdx and wt and 7 spots are different from wt in both mdx and mdx exe.
searching: taxonomy: Mus musculus, trypsin specificity, one missed cleavage allowed, peptide precursor mass tolerance: 7100 ppm, fragment mass tolerance: 70.6 Da, peptide precursor charge state: þ1, carbamidomethylation of cysteine as a fixed modification, oxidation of methionine as a possible modification. For protein identification, Mascot ion score, peptide coverage by "b" and "y" ions, and expected value were considered. We considered as significant, peptides with individual ion scores −10 * Log[P], where P is the probability that the observed match is a random event, that indicated identity (p o 0.05).
